relaxants. A link between MH susceptibility and potential impairment in oxygen metabolism suggests the possibility of chronic mitochondrial dysfunction. Here we evaluated mitochondrial function in skeletal muscle biopsies after in vitro contracture test (IVCT) from MH susceptible (MHS) and nonsusceptible (MHN) individuals, by measuring oxygen consumption rate as flux control ratios (FCR) using the Oroboros Oxograph-2k analyzer. Biopsy samples were permeabilized with saponin and subjected to a protocol adapted for high resolution respirometry 1, 2 . Samples taken before and after static halothane IVCT were assessed for differences in FCR for each mitochondrial complex state. Compared with MHN samples, human MHS samples showed significant activity reduction in complex II, likely the result of mitochondrial damage caused by chronically elevated resting calcium previously reported in MHS muscle 3 . Halothane exposure during IVCT significantly increased FCR in complex II and the max electron transport system (ETS) state of MHS muscle only (Fig.  6 ). Based on these data we conclude that there is clear evidence of altered oxygen metabolism in MHS skeletal muscle mitochondria, which we hypothesize to be a result of chronic mutant RYR1 induced increases in cytoplasmic Ca 2þ
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, supporting a connection between MH susceptibility and mitochondrial dysfunction. With ethics approval we performed a retrospective casecontrol study of patients undergoing lung resection. Data was collated from a previous study examining critical care admission following lung resection. We used propensity matching to match 5 controls (not ventilated) to 1 case (ventilated for respiratory failure). Multivariate regression and best-subset model selection was used to determine the matched group. DP was recorded for duration of ventilation and a novel algorithm was created to detect the start and end of OLV, allowing exposure to DP during OLV to be calculated.
These were modelled against the primary outcome of ventilation for respiratory failure. Length of hospital stay and worst recorded PaO 2 :FiO 2 ratio 6e24 hours post-operatively were used as secondary outcomes. Exposure to Ppeak and tidal volume normalised to predicted body weight (TVpbw) were also assessed to allow for comparison to DP. Multivariate analysis was performed to adjust for potential confounders.
132 patients with complete ventilator data and the primary outcome of interest were included. Pre-operative % predicted diffusing capacity for carbon monoxide (%DLCO) and Thoracoscore (a risk model containing patient and surgical factors used in thoracic surgery) were applied as determinants of propensity of ventilation for respiratory failure. Initial univariate regressions did not demonstrate any association between DP, Ppeak, TVpbw and ventilation for respiratory failure (p>0.209 for all). This was also true for exposure to these variables during OLV (p>0.766 for all). Univariate regression for secondary outcomes showed no association with the three ventilator variables. Multivariate analysis did not result in any of the ventilator variables being associated with any outcome when adjusting for potential confounders.
Our study did not demonstrate any association between the ventilator variables and outcome following OLV. We hypothesise this is due to consistent use of LPV strategies in cardiothoracic anaesthesia, resulting in a homogenous study population with little variability in Ppeak, PEEP and TVpbw. Future work examining extremes of these variables may be required to show association with outcome.
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